A 52-year-old man developed an illness which lasted for 2 years until its fatal termination. It The urine was normal. The blood haemoglobin was 16 g/100 ml, blood white cell count 18,000/mm3. Differential white cell count, neutrophils 50 %, lymphocytes 8%, monocytes 3 %, eosinophils 38%, basophils 1 %, ESR (Wintrobe) 9 mm in the first hour. A gland biopsy was taken from the right side of the neck. It showed a non-specific inflammatory reaction with significant eosinophilic infiltration. A sternal marrow was normal except that there was an increase in eosinophils which comprised 23-5 % of the total cell population. There was no parasite infection in the stools.
Summary
A 52-year-old man developed an illness which lasted for 2 years until its fatal termination. It comprised in chronological order: mild asthma, skin irritation, mature eosinophilia in the peripheral blood, and finally an encephalopathy. The diagnostic problem of distinguishing between eosinophilic leukaemia and an eosinophilic leukaemoid reaction is discussed. The cause of the encephalopathy was discovered at autopsy to be a widespread intravascular thrombotic process. Thejuestion of future possible therapy is discussed. Case history
A 52-year-old male presented with an illness of 12 months' duration, comprising in chronological order: irritation of the skin, rhinorrhoea, mild wheezing, and finally painless enlargement of the glands in the neck. On examination the only abnormality was a firm painless enlargement of the supraclavicular, and submandibular glands. The clinical diagnoses considered were Hodgkin's disease, or collagen disease. The following investigations were performed.
The urine was normal. The blood haemoglobin was 16 g/100 ml, blood white cell count 18,000/mm3. Differential white cell count, neutrophils 50 %, lymphocytes 8%, monocytes 3 %, eosinophils 38%, basophils 1 %, ESR (Wintrobe) 9 mm in the first hour. A gland biopsy was taken from the right side of the neck. It showed a non-specific inflammatory reaction with significant eosinophilic infiltration. A sternal marrow was normal except that there was an increase in eosinophils which comprised % of the total cell population. There was no parasite infection in the stools.
He was treated with oral prednisolone 10 mg three times daily, and the lymphadenopathy resolved over 2 months. The dosage of prednisolone was slowly reduced. The sequential changes in the blood count are shown in Fig. 1 abnormality. X-rays showed mild opacification of the frontal sinuses. The spleen was now enlarged 2 finger breadths below the costal margin. Further investigations were as follows. Blood haemoglobin 13-6 g/100 ml, blood white cell count 86,000/mm3; differential white cell countneutrophils 9%, lymphocytes 3%, monocytes 1%, eosinophils 87 %. The ESR (Wintrobe) was 13 mm in the first hour. Serum albumen 2-9 g/100 ml, serum globulin 4-2 g/100 ml; serum protein electrophoresis showed a slight increase in alpha 1 and alpha 2 globulin, and a moderate diffuse increase in gamma globulin. Serum alkaline phosphatase King Armstrong units, serum uric acid 6-5 g/100 ml. The serum Vitamin B12 was 200 pg/ml, serum folic acid 0-6 ng/ml. The alkaline phosphatase score was 114 (raised) in the neutrophil polymorphs, and was nil in the eosinophilic polymorphs. The blood urea was 36 mg/100 ml; the serum electrolytes were sodium 134 mEq/l, potassium 4-8 mEq/l, and chloride 101 mEq/l. Fig. 3 . These were triangular in shape and were up to 1 cm along each edge. There were thrombi in the vessels related to them (Fig. 4) 
